Congestive cardiac failure - Biventricular failure 


LVF 


Patients has signs of LVF and RVF 


Dyspnea 

Orthopnea 

PND 

Tachypnoea - Px breathing would be increased due to pulmonary edema 
and congestion in the lungs, ventilation perfusion inequality 

Central and peripheral cyanosis - aetiology of central cyanosis is due to 
pulmonary edema causing a ventilation perfusion inequality, has 
ventilation but minimal perfusion 

central cyanosis is due to a problem in the lung (ventilation or perfusion 
that prevents oxygenation of blood, decreased arterial oxygen saturation 
Peripheral cyanosis is due to cardiac output been reduced, peripheral 
vasoconstriction 

Hypotensive - ventricle isn’t pumping with enough force; cardiac output is 
insufficient to meet metabolic demands of tissues, not enough pressure 
being generated by left ventricle 

Anabolic catabolic imbalance - in cardiac cachexia the px is losing lean 
muscle very quickly, 

Heart failure is regarded as an inflammatory process so it is stimulating 
the immune system and neurohormonal system - multifactorial aetiologies 
- Protease system is also being stimulated, protease enzymes cause 
breakdown of muscle and simultaneously due to reduced cardiac output 
and decreased perfusion of GIT - reduced absorption of nutrients and 
there is a reduction in the buildup of muscle, immune rxn that activates 
protease enzyme that causes lysis of muscle and reduced nutritional 
absorption so px is losing lean muscle 

Px has sinus tachycardia, tachycardia is a compensatory mechanism, 
increasing HR maintainas the cardiac output, pulse is also low volume 

Px has pulsus alternans - alternating strong and weak beats, ventricle is 
not getting enough time to fill during diastole as px is in tachycardia 
Compensated heart failure - body brings in mechanisms to try and 
maintain cardiac output (amount of blood body is pumping out to its 
tissues in a minute CO = HR * SV) Increases HR, causes nervous system to 
bring about catecholamines that stimulate the sympathetic system, it will 
cause vasoconstriction to increase the pressure, sympathetic tone 
increases HR. 

Causing release of adrenalin from adrenal cortex which is also causing 
vasoconstriction 

Body is trying to increase blood volume because you have less blood that 
is pumped out of the left ventricle and organs are not perfused well, body 
secretes aldosterone so you have retention of water and sodium that 
increases blood volume. 

Body also secretes renin and angiotensin to increase the BP to 
compensate for hypotension 

In order to increase the amount of blood that the heart can pump out, the 
heart undergoes left ventricular dilatation - wall is stretching and 


RVF 


expanding, heart feels if it accommodates more blood during diastole it 
can pump out more blood in systole, works initially but over a long period 
of time there is increased tension and pressure in the LV and over time it 
weakens the LV wall. 

Body tries to increase the efficiency with which the LV is pumping, 
thickens ventricle wall, LV hypertrophy, it causes abnormal cardiac cells 
that are abnormally arranged, it increases LV pressure and makes it 
harder for left atrium to pump blood into ventricle during diastole, due to 
thickening of the wall from the inside the space of the LV is reduced and 
there is increased pressure and the LA has to pump harder in diastole, LV 
cannot relax completely in hypertrophy - heart muscle becomes fatigues 
and tired 

Decompensated heart failure - severe symptoms of dyspnea, pedal edema 
and chest pain 

Auscultation - LV S3 

Lung fields - crackles, fluid sitting in alveoli that causes crackles, crackles 
is also due to rapid closing of small airways, late inspiratory crackles - 
talks about fluid in the alveoli 

Causes - anything that increases pressure or volume in left ventricle, 
systemic htn, aortic stenosis, aortic regurgitation 

Precipitating factors - aneamia, thyrotoxicosis, infections 

Functional mitral regurgitation - heart compensated by dilation, because it 
expanded, when the valves tries to close during ventricular systole, there 
is a Slight gap, when the LV pumps blood to the aorta at a high pressure it 
causes blood to push upwards through the mitral valve and into the left 
atrium, there is nothing wrong with the valve, the problem is with the 
heart as there is dilatation and the valves cant close fully 


Sacral edema, abdominal distention 

Lethargy 

Peripheral cyanosis as cardiac output is reduced, most of blood volume is 
on arterial side of system 

Arterial pulse is a low volume pulse 

JVP is raised - blood is in venous system so pressure in venous system is 
increased 

Paplpable p2 - pulmonary htn 

Causes of RVF - INCREASES PRESSURE - Pulomonary htn or pulmonary 
valve stenosis, Increases volume - regurgitation 

Main cause is cor pulmonale, RHF secondary to COPD 

Second cause is chronic left ventricular failure 

RHF generally never occurs in isolation - chronic problems in lung, chronic 
RVF 


